Introduction

Apelin is a peptide recently isolated from bovine stomach extracts which appears to act as an endogenous ligand for the orphaned G-protein-coupled receptor (APJ)
. It is strongly expressed in the heart, large conduit vessels, coronary vessels and endothelial cells (2) . Recently, some cardiovascular functions of the apelin/APJ system have been described, such as endothelium-dependent vasodilatation, and vasoconstriction by direct action on the smooth muscle and positive inotropism (3, 4) .
These findings indicated that apelin/APJ system might have certain pathophysiological roles in cardiovascular diseases. More recent reports have indicated that this peptide has been down-regulated in subjects with acute heart failure (5) . Furthermore, apelin also induced vascular smooth muscle cell proliferation, which was inhibited by superoxide dismutase or diphenylene iodonium; APJ deficiency is preventative against oxidative stress-linked atherosclerosis; the apelin-APJ system is a mediator of oxidative stress in vascular tissue (6) , and thus we speculated it to have some relationship with arterial atherosclerosis. 
Subjects and Methods
Results
Baseline characteristics
During the study period, a total of 96 subjects with stable angina were enrolled. These subjects with stable angina were similar to 78 controls based on age and gender. Body mass index, left ventricular ejection fraction, and number of smokers were also similar between stable angina subjects and controls. In addition, plasma levels of 8-iso-PGF2α in SA group were higher than those in the control group. Detailed patients characteristics are shown in Table 1 .
Level of plasma apelin and its relationship with Gensini score
The mean plasma apelin level was 1 (Fig. 2) . (10) . Recent work has confirmed that apelin is a powerful vasodilator and positive inotrope, and it may be correlated with cardiovascular atherosclerosis (11) . Therefore, we designed this study in order to investigate the possible relationship between apelin and coronary atery disease (CAD) .
Multivariate regression analysis for the Gensini score
Multiple regression analysis revealed that the plasma apelin level predicted the Gensini score independent of sex, age, hypertension, smoking and the lipid profiles, including the serum concentrations of total cholesterol (TC), highdensity lipoprotein-cholesterol (HDL-C) and low-density lipoprotein-cholesterol (LDL-C) (Table 2). LDL-C and HDL-C concentrations also predicted the Gensini score in-
Discussion
Apelin was first identified as a native ligand of the orphan G-coupled receptor APJ (9). This 13-amino acid peptide is cleaved from a pro-peptide by an unknown endopeptidase and then active at a number of sites throughout the body
In the present study, the findings revealed that the levels of apelin were lower in stable angina group than in the control (1.24 (14) .
vs 1.98 ng/mL). This result suggested that apelin may be involved in the pathophysiological process of coronary artery stenosis and agreed with the findings of a previous study that apelin may be a new plasma marker for cardiovascular disease in vivo (12). Moreover, conditional logistic regression analysis showed a significant and inverse relationship between the Gensini score and plasma apelin level (r=-0.399 p<0.05). The higher Gensini score is accompanied by a lower apelin level. Gensini score is a measurement to estimate the extent of CAD (13), so our result suggested that apelin was associated with the extent of coronary stenosis. In multivariable analysis, the apelin level was significantly correlated with the Gensini score as well as HDL-C and LDL-C. This finding was consistent with previous reports that apelin/apj system played certain pathophysiological roles in vascular disease
Since diabetes and atrial fibrillation were reported to be correlated with plasma level of apelin (15, 16) 
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